her fingers. She had an edema of the body and face and finger clubbing (Figure 1a ). The WBC was 14.0 × 10 9 /l, hemoglobin, 147 g/l, platelets, 139 × 10 9 /l and reticulocytes Thrombotic microangiopathy (TMA) is one of the complications of bone marrow transplantation (BMT) which 3.8%. There were no schistocytes. Prothrombin time was 91% of control and activated prothrombin time, 38.3 s includes hemolytic uremic syndrome (HUS) and thrombotic thrombocytopenic purpura (TTP). Red cell frag-(control 36.5 s). Fibrinogen was 2.74 g/l (normal 1.6-3.6) and fibrin degradation products Ͻ5 mg/l. mentation is the most consistent laboratory finding. We present a case of TMA with endothelial damage but Creatinine was 30.5 mol/l, aspartate aminotransferase, without the signs of hemolysis. The patient was not receiving cyclosporine. Partial activation of platelets was also observed. This case represents a new form of TMA in transplant recipients.
/l and reticulocytes Thrombotic microangiopathy (TMA) is one of the complications of bone marrow transplantation (BMT) which 3.8%. There were no schistocytes. Prothrombin time was 91% of control and activated prothrombin time, 38.3 s includes hemolytic uremic syndrome (HUS) and thrombotic thrombocytopenic purpura (TTP). Red cell frag-(control 36.5 s). Fibrinogen was 2.74 g/l (normal 1.6-3.6) and fibrin degradation products Ͻ5 mg/l. mentation is the most consistent laboratory finding. We present a case of TMA with endothelial damage but Creatinine was 30.5 mol/l, aspartate aminotransferase, without the signs of hemolysis. The patient was not receiving cyclosporine. Partial activation of platelets was also observed. This case represents a new form of TMA in transplant recipients. Keywords: microangiopathy; BMT; endothelial cells Thrombotic microangiopathy (TMA) is a complication of bone marrow transplantation (BMT) whose forms include microangiopathy from cyclosporine, hemolytic uremic syndrome (HUS) and thrombotic thrombocytopenic purpura (TTP).
1,2 These diseases share a common pathophysiology of endothelial damage resulting in an increased level of von Willebrand factor (vWF), increased thrombomodulin, platelet aggregation with excretion of platelet granule contents and red cell fragmentation, which is the most consistent a laboratory finding in TMA post-transplant. 3 We report another type of TMA different from HUS or TTP and from cyclosporine-related TMA.
Case report
A 22-year-old female developed aplastic anemia in January 1995. She received cyclophosphamide and total lymphoid radiation followed by a transplant from an unrelated HLAmatched donor. Cyclosporine and methotrexate were given for graft-versus-host disease (GVHD) prophylaxis. She had grade II acute GVHD treated with corticosteroids. Cyclosporine and corticosteroids were stopped by March 1996.
In May 1996, she noticed a slight fever, mild non-productive cough, exertional dyspnea and distal swelling of 202 U/l, alanine aminotransferase, 125 U/l, lactate dehydroDiscussion genase (LDH), 299 U/l, alkaline phosphatase, 473 U/l, gamma glutamyl transferase, 581 U/l and total bilirubin, Our case may represent a new type of TMA. The patient's 6.8 mol/l. Urine testing revealed normal protein and glusigns and symptoms strongly suggested severe endothelial cose levels and a normal sediment. Chest X-ray film and damage. This assumption was supported by increased vWF lung CT scan revealed interstitial infiltration involving the activity and an elevated thrombomodulin level. [4] [5] [6] [7] The bilateral lower lung fields and pleural effusion. Transbronincreased level of thromboxane B 2 and the decrease in chial lung biopsy revealed organizing pneumonia without releasable platelet ATP also support the presence of partial any specific organism.
platelet activation, probably from endothelial damage. Corticosteroids (1 mg/kg/day) were given. All symptoms Platelet aggregation was also strongly suggested by finger and signs resolved promptly and a chest CT scan 1 month clubbing.
8 later was normal. Liver enzymes normalized and she was The lack of microangiopathic hemolysis in the presence discharged on maintenance steroids. Clubbing resolved of such apparently severe endothelial damage cannot be completely (Figure 1b) . Because her systems and signs explained. The multimer pattern of vWF was normal during suggested increased endothelial cell permeability, several the disease and she responded rapidly to treatment. These factors were evaluated using the stored plasma. data may suggest functional rather than pathologic endothelial cell damage. 
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